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As sibling cases of one and the same family showed almost complete similarities in their clinical and pathological findings with uniform biochemical disturbances, it may safely be asserted that the disease is inherited in a single factor. Forty-four families, comprising eighty-four patients with two hundred and eight separated siblings were gathered from the author's own cases and the Japanese literature which had been reported by 1963, under the conditions that at least a patient of family was surely affected from Wilson's disease and that the pedigrees were clear and siblings were more than two. In the Japanese literature the earliest onset of the disease was at the age of five and therefore unaffected siblings who have not yet reached the age of five or who died before reaching this age have been ruled out. The families of patients were devided into four groups : A) families whose parents were mostly first cousins with more than two affected siblings, but of whom a pair of parents were second cousins and another pair of parents were of a distant consanguineous marriage, B) those whose parents were first cousins with only one propositus, C) those whose parents were not of consanguineous marriage with more than two affected siblings, and D) those whose parents were not of consanguineous marriage with only one propositus (Table I).   TABLE I GENETIC FINDINGS Sex ratio: According to that classification, ratios of male or female patients to the same sex siblings were calculated. In groups A and C, the ratio of male patients to male siblings was 48%, the ratio of female patients to female siblings was 54%, so there was slight predominance of female sex in the calculated sex ratio, but almost no significant difference between them. The sex incidence of Wilson's disease has been uncertain , although the disease has often been con sidered to occur more commonly in males and Sano et al.7 and Arima et al. 4 reported that hepatic type was very often seen in female patients. According to the above calculation, it may be said that a 1: 1 sex ratio is observed.
Genetic ratio: A roughly calculated ratio of patients to all siblings was 43% in groups A and B and 36% in groups C and D, then there was no great difference between the former and the latter groups. It is very interesting that in groups B and D the ratios of patients to siblings were both 24%, which were very coincident with an expected value in a single recessive inheritance.
Neither parents of patients with Wilson's disease themselves were found to be affected by the disease nor any biochemical abnormality suggestive of Wilson's disease detected. As the adequate genetic explanation for all these observations above stated, it can be considered that the condition is very probably inherited in an autosomal single recessive mode. If the allele responsible for Wilson's disease is recessive, the parents of the affected individuals are heterozygous for the abnormal allele. The genetic ratio is expected to be 0.25 if the recessive hypo thesis is correct.
Bearn8 used the a priori method for calculating genetic ratio. As the data in this paper were obtained not from complete ascertainment but from incomplete one, Haldane's formula in incomplete ascertainment will enable us to calculate a genetic ratio with higher accuracy.9 where k is probability that a patient is the propositus, p genetic ratio=l-q, R 
